It has been suggested that the pulmonary arterial end-diastolic pressure (EDP) 
EDP, exceeding the pulmonary arterial EDP by 2 to 21 mm Hg (average 8 mm Hg); in 12 of these 20 patients, the pulmonary arterial EDP was 12 mm Hg or less, the upper limit of normal for left ventricular EDP. The left ventricular diastolic pressure prior to atrial contraction correlated more closely with pulmonary arterial EDP. In six patients in whom increases in systemic arterial pressure were induced by methoxamine, and in two patients in whom spontaneous increases in systemic arterial pressure occurred, left ventricular EDP increased by 2 to 11 mm Hg (average 6 mm Hg); pulmonary arterial EDP remained unchanged or increased only slightly (less than 3 mm Hg) in six of the patients, and increased by 4 and 5 mm Hg in the two remaining patients. During increases in heart rate induced by atrial pacing, left ventricular EDP declined in 12 of 14 patients, while pulmonary arterial EDP increased, resulting in a consistent disparity in these pressures (average 11 LEFT VENTRICULAR EDP-mm Hg Figure 5 Simultaneous The relationship between pulmonary arterial end-diastolic pressure (PAEDP, closed triangles) and left ventricular end-diastolic pressure (LVEDP, closed circles) are plotted over a range of heart rates, indicated on the horizontal axis, induced by left atrial pacing in a patient with left ventricular disease (J.S., left panel) and as measured during spontaneous variation in cycle length during atrial fibrillation (R.T., right panel). The horizontal dashed line in each panel indicates the upper limit of normal for LVEDP.
period, assuming pulmonary vascular resistance to be normal and the mitral valve to be unobstructed. Indeed, it has been shown that when left ventricular EDP is normal, and the diastolic filling period is of sufficient duration, pulmonary arterial and left ventricular EDPs are approximately equal.5 If, in fact, the correlation between these two measurements were valid under all circumstances, the measurement of pulmonary arterial pressure R.T. Simultaneous recordings of high-gain pulmonary arterial and left ventricular pressures are shown during the spontaneous variation in cardiac cycle length occurring during atrial fibrillation. arterial pulse, which they designated as pulmonary arterial "a" wave pressure, we were able to define such a point in only one of 14 patients with high-fidelity pulmonary arterial micromanometer tracings. In the resting state and at heart rates less than 120 beats/min there is a general correlation between pulmonary arterial EDP and left ventricular diastolic pressure measured prior to the "a" wave, "pre-a-pressure." However, with very modest increases in heart rate, this point occurs before completion of the previous ventricular systole and hence cannot be identified. In addition, the pertinence of this measurement as an index of left ventricular function remains to be clarified. In a small number of additional patients in whom we have compared left atrial and left ventricular pressures, the pre-a-wave left ventricular pressure appears to closely approximate left atrial mean pressure. Similar 17 it is possible that in the latter pathological circumstance the pulmonary arterial pressure may be elevated, independent of change in pulmonary venous pressure.
On the basis of these observations, the accuracy of estimation of left ventricular EDP from measurements of pulmonary arterial EDP must be seriously questioned in patients with more rapid heart rates. Although no measurements were made in patients with acute myocardial infarction where altered hemodynamics may differ from drug-induced changes in EDP in the normal left ventricle, the findings of the present study suggest that the validity of the estimation of left ventricular EDP from the pulmonary arterial pressure must be more clearly demonstrated before pulmonary arterial EDP can be employed as an index of left ventricular performance.
